[ Nov., 1941 The terminal ileum is bound down, often to a degree that renders it unrecognizable until freed by Mayo's scissors. The caecum ascending colon, hepatic flexure and the first third of the transverse colon are all invested. The pyloric end of the stomach and the first part of the duodenum are firmly bound to the under surface of the liver and gall bladder, and strong bands bind the large gut on the right side of the abdomen to the adjacent para-colic gutter. As this membrane toughens, the pyloro-duodenal junction becomes first fixed, and then kinked. The site of the kink is often the site of a so-called pyloric ulcer. This is obstruction no. 1 (figure 1).
The exaggerated Lane's kink due to the approximation of points A and B [Nov., 1941 and all the symptoms of chronic appendicitis and pyloric ulcer with obstruction.
Moreover, and in particular, certain specific chronic infective processes may give rise, not only to the above, but to a variety of complications varying from Crohn's disease, to hydronephrosis from obstruction to the ureters where they enter the bladder.
3.
The origin of these different infective processes.
From the frequency with which people in this part of India suffer from chronic appendicitis, I suggest the following, more evident on the west coast where the disease is commonest.
No one article of diet or vitamin can be blamed, nor hookworms nor water, but, I do think, ?adenitis can be blamed.
Diet in that part of India is almost devoid of protein. It is true many claim to be meat eaters, but on questioning them it is found that they get very little meat, or fish either. They get even less fish in the monsoon except a local dried variety, but few, however, will eat that.
Might it not be that the simple absence of protein from the diet means the absence of sufficient urea, that natural diuretic. In consequence there is water retention, water-logging of tissue, susceptibility of water-logged tissue to low-grade infection, and hence the almost universal granular pharyngitis, chronic infection and hypertrophy of adenoid tissue, adenoiditis, enlarged tonsils, tonsillitis, Peyer's patchitis, appendicitis, all chronic not acute. This is only a suggestion, but it certainly is very striking to the doctor working amongst these people. It is rarely if ever possible to pronounce an appendix innocent when there is a typical pyloro-duodenal ulcer, or the symptoms of it without ulcer, and then the membrane described with its adhesions is invariably present. But in true gastric ulcer, which is much less common, it is equally rare to be able to find fault with the appendix. The pathology of the two conditions must be different.
Can this membrane and glandular hypertrophy be attributed to chronic amcebiasis? I doubt it, for the splenic flexure escapes so consistently, and why only the right half of the abdomen? Chronic inflammation of the appendix must bear the blame for all the diseases above described as attributable to it, but not for the others.
What is the origin of the infection described as entering the abdomen by the internal inguinal ring and possibly the femoral canal, giving rise to anything attributable to chronic appendicitis, and, in addition, to much more, for instance, ' 
